Constrictive lesions of the pulmonary artery or its branches occur distal to the pulmonic valve. Four patients whose surgical or cardiac catheterization findings demonstrated such postvalvular stenosis are reported. The significance of such findings is discussed and diagnostic misinterpretations are mentioned.
Arvidsson, Karnell, and Mdller' have demonstrated multiple stenotic lesions of the peripheral pulmonary vasculature in 4 patients by means of selective angiocardiography. Coles and Walker' have presented a case of "coaretation of the pulmonary artery" that was diagnosed by cardiac catheterization and angiocardiography. They also mentioned a case of Hodges that presented a similar picture. Recently, Eldridge, SeIzer, and Hultgren6 have reported 5 patients with stenosis of a branch of the pulmonary artery. In Bailey's text2 is mentioned the existence of localized strictures of the main pulmonary artery termed "coarctation."
Since 1951 we have encountered 4 patients who apparently presented instances of this previously rarely reported anomaly.
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A stenotic pulmonary valve was found but, in addition, a marked narrowing of the pulmonary artery was observed 1 e 4 cm. distal to the annulus (near the bifurcation). Following dilatation of the valvular stenosis, a right ventricular pressure of 100/0 and a pulmonary artery pressure of 50/18 were recorded while the patient was on the operating room table. Anesthetic difficulties precluded any further attempts to reduce this gradient, and the incision was closed. At the time of discharge on April 4, 1956, the systolic murmur was present as before. The patient moved away and has been lost to follow-up.
Impression. A 4-year-old boy with severe valvular pulmonary stenosis. In addition, a constriction of the pulmonary artery near the bifurcation was discovered at surgery.
Case 3. J. P., an 11-year-old girl, was seen here in June 1956 with the history that a heart murmur had been noted since age 3. Normal growth and development had occurred and cyanosis had never been observed. She was normally active but her mother noted she needed much sleep (particularly after exertion). She contracted frequent upper respiratory infections, but she had no known history of rheumatic fever or kidney disease. Physical examination revealed a healthy young girl with slight prominence of the left chest. Her heart was not enlarged to percussion. A systolic thrill was present along the left sternal border and a loud systolic murmur was heard over the entire precordium being loudest at the second left intercostal space. The pulmonic second sound was normal or slightly reduced.
Electrocardiograms, cardiac fluoroscopy, and x-ray films suggested right ventricular hypertrophy. The pulmonary artery segment was not prominent and there was no hilar dance. It should be recognized that for a given flow a considerable degree of constriction must exist before a measurable pressure gradient in the pulmonary artery can be obtained. For example, a 50 per cent reduction in diameter will result in a 9 mm. Hg pressure drop across the constriction. Obviously minimal constriction may exist without demonstrable pressure changes ( fig. 2) . In view of these relationships, the case of Coles and Walker3 is not clear-cut. Their pressure tracing is reminiscent of a "pullout" from the "wedge" position to the pulmonary artery and then across a stenotic pulmonary valve. It seems unlikely that the degree of constriction they delineate with their angiocardiograms could cause the marked pressure changes they record by catheterization. On the other hand, when flow is raised, a pressure catheter and a spurious pressure rise must be ruled out before pulmonary constrictive lesions can be considered. Severe pulmonary stenosis per se may completely mask peripheral constriction (e.g., case 2), and such defects may be obvious only after the stenosis is relieved. Occasionally recordings taken near a patent ductus arteriosus may show a higher pressure than that recorded distally.'0 This might suggest postvalvular constriction but again judicious oxygen sampling and fluoroscopic examination of the catheter's position will aid in disclosing the true abnormality.
In any event, diagnosis of these lesions is important. Since various degrees of constriction may exist, they may or may not be functionally significant. Certainly marked involvement can mimic pulmonary stenosis very closely (e.g., case 1). The surgeon should be forewarned in such cases and should plan a more extensive procedure than a simple valvulotomy. Conversely, in cases of severe pulmonary stenosis, the surgeon should also search for distal constriction at the time of surgery since the 2 defects may coexist.
The etiology of these lesions is unknown; it is assumed that they are congenital in origin. The Skodaic theory", 12 (which emphasizes the obliteration of the ductus arteriosus as a causative factor) has been espoused by Sondergaard. However, it seems equally likely that multiple factors may cause these defects. 
